of D are not influenced by photobleaching conditions, Here, we provide evidence for a cortical barrier to D for Lyn-GFP and YFP-Gl-GPI was calculated both by diffusion within the cleavage furrow of mammalian using minimal photobleaching light and by using an orcells. Photobleaching-based assays were used to der of magnitude more light ( . has no effect on the observed D. Latrunculin B was used to depolymerise actin and Results and Discussion thereby determine the role of cortical actin filaments in modulating diffusion in both HeLa and NRK cells.
/s in the order DiIϾLyn-portant role in generating functionally specialized re-GFPϾYFP-Gl-GPIϾLYFPGT46. Diffusion was slightly gions of the plasma membrane. Such barriers have faster in NRK than HeLa cells, but the overall relationship been reported at the base of axons, at the bud neck between rates of diffusion for the different markers was in Saccharomyces cerevisiae, as well as at the tight recapitulated in both cell types. These values of D are junctions of epithelia [1-3]. How diffusion barriers are comparable to those obtained previously for similar proformed and how they effect behavior of both inner and teins [17, 18] . In order to confirm that observed values outer leaflets of the bilayer are not fully understood.
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Experimental Procedures). This made no difference to differing topologies and putative lipid raft association, the observed value of D (not shown). Additionally, D for as well as the lipid analog dialkylindocarbocyanine (DiI a version of YFP-Gl-GPI where YFP was replaced by C18, [4]), across the cleavage furrow [5, 6]. There was photoactivatable GFP (PAFP-Gl-GPI) [19] was calcua block in diffusion of proteins with a cytosolic domain,
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